While antisaccade paradigms invoke circuitry associated with cognitive control and attention-deficit/ hyperactivity disorder (ADHD), there is a dearth of functional magnetic resonance imaging (fMRI) investigations using antisaccade tasks among children with ADHD. Neural correlates associated with antisaccade performance were examined with fMRI in 11 children with ADHD (10 medicated) matched to 11 typically developing children. Significantly greater brain activation in regions in right dorsolateral prefrontal cortex and caudate nucleus was observed in children with ADHD relative to the control group. This pattern separated the children into their respective groups in a taxonomic manner. Sensitivity analyses probing comorbidity and medication-specific effects showed that results were consistent; however, the caudate nucleus difference was only detectable in the full sample, or in subsets with a more relaxed cluster threshold. Antisaccade performance did not significantly differ between the groups, perhaps as a result of greater brain activation or medication effects in the ADHD group. Thus, antisaccade paradigms may have sensitivity and specificity for the investigation of cognitive control deficits and associated neural correlates in ADHD, and may contribute towards the development of new treatment approaches for children with the disorder.
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Introduction
Attention-deficit/hyperactivity disorder (ADHD) is diagnosed by developmentally atypical levels of inattention, hyperactivity and/or impulsivity. ADHD is more frequently reported in boys, is less likely to be diagnosed in girls (Froehlich et al., 2007) , and is associated with impaired academic and social functioning (Barkley, 2002 ) that can be improved with pharmacological treatment (Biederman and Faraone, 2005) . The heterogeneous nature of the disorder is expressed in a range of difficulties with behavior and cognition, including cognitive control (CC) (Biederman and Faraone, 2005) . CC supports flexible behavior through coordinating higher order cognitive processes and is essential for adaptive functioning (Miller and Cohen, 2001 ). The nature of CC disruptions in ADHD has been characterized by poorer performance across a range of tasks relative to control groups (Willcutt et al., 2005) . Neural substrates associated with these deficits can be investigated with techniques such as functional magnetic resonance imaging (fMRI) (Bush et al., 2005) .
The neural circuitry supporting CC tasks in individuals with ADHD generally resembles that of control groups with differences emerging in regions such as inferior, middle, and superior frontal gyri, anterior cingulate cortex, and striatum (Dickstein et al., 2006; Bush, 2011; Cortese et al., 2012) . Reduced brain activation in these regions is frequently reported in unmedicated children and adolescents with ADHD when compared to control groups (Rubia et al., 1999; Tamm et al., 2004; Booth et al., 2005; Rubia et al., 2011a) , although greater activation also has been observed (Durston et al., 2003) and may indicate additional neural recruitment associated with augmented cognitive effort (Schulz et al., 2005; Fassbender and Schweitzer, 2006) . Stimulant medication provides a mechanism to increase CC-related fronto-striatal activation and has been shown to reduce symptoms of ADHD (Faraone and Biederman, 2002; Faraone and Buitelaar, 2010 ) and enhance cognitive and motor control (Kempton et al., 1999; Klein et al., 2002 
